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Abstract 

Diabetes mellitus (DM), a worldwide high prevalence disease, is associated with a large variety of rheumatic manifestations. 
For most of these affections, pathophysiologic correlations are not well established. Some of them, such as diabetic 
cheiroarthropathy, neuropathic arthritis, diabetic amyotrophy, diabetic muscle infraction, are considered intrinsic complications of DM. 
For others, like diffuse idiopathic skeletal hyperostosis or reflex sympathetic dystrophy, DM is considered a predisposing condition. In 
most cases, these affections cause pain and disability, affecting the quality of life of diabetic patients, but once correctly diagnosed, 
they often respond to the treatment, that generally requires a multidisciplinary team. This article reviews some epidemiological, 
clinical, diagnostic and therapeutic aspects of these conditions. 
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Introduction 

Diabetes mellitus (DM) is a chronic disease characterized 
by an increased concentration of glucose in the blood, 
that occurs when the pancreas does not produce enough 
insulin or when the body cannot effectively use the insulin 
it produces. The prevalence of diabetes for all age groups 
worldwide was estimated to be of 2.8% in 2000 and 4.4% 
in 2030. The total number of people with diabetes is 
projected to rise from 171 million in 2000 to 366 million in 
2030 [1].This increasing prevalence will inevitably result in 
an increasing prevalence of the diabetes and associated 
conditions including rheumatic manifestations. 

The wide spectrum of rheumatic affections 
related to DM can be classified according to the involved 
musculoskeletal structures. 

The rheumatologic manifestations of diabetes 
mellitus are the following: syndromes of limited joint 
mobility: diabetic hand syndrome (diabetic 
cheiroarthropathy), adhesive capsulitis (frozen shoulder, 
periarthritis), trigger finger (flexon tenosynovitis) 
dupuytren's contractures, osteoporosis); diffuse idiopathic 
skeletal hyperostosis (DISH); neuropathies: neuropathic 
arthritis (Charcot joints, diabetic osteoarthropathy, Carpal 
tunnel syndrome, diabetic amyotrophy, reflex sympathetic 
dystrophy, various other neuropathies; diabetic muscle 
infarction [2]. 

The conditions mentioned above can be divided 
into two main categories according the role of DM in the 
pathogeny of the condition: I. Primary role - the condition 



is considered an intrinsic complication of DM: Diabetic 
cheiroarthropathy, Neuropathic arthritis, Diabetic 
amyotrophy, Diabetic muscle infarction. II. Secondary role 
- DM is a predisposing condition: osteoporosis, reflex 
sympathetic dystrophy, etc. 

I. Syndromes of limited joint mobility mainly involve 
upper limb musculoskeletal structures and seem to be 
associated with diabetes duration, poor metabolic control 
and presence of microvascular complications [3]. 

Diabetic cheiroarthropathy, or "stiff-hand 
syndrome" is characterized by painless limitation of 
mobility of the small joints of the hands. The prevalence 
ranges from 8% to 50% among patients with diabetes, 
compared with only 4% to 20% among individuals without 
DM [4,5]. Diabetic cheiroarthropathy is primarily a clinical 
diagnosis and the imaging findings are nonspecific [6]. 
There are two clinical sign which are essential for the 
diagnosis: prayer sign (the patient is unable to 
approximate the palmar surface of the fingers when 
raising the hands as if in prayerj and the tabletop sign 
(when the patient is asked to lay the palms flat on the 
tabletop he is unable to touch the palmar surface of the 
fingers to the table). The sonography findings of diabetic 
cheirotrapathy are the thickening of the flexor tendon 
sheaths and subcutaneous tissues [6], and IRM shows 
the thickening and enhancement of the flexor tendon 
sheaths [7]. The early recognition of this affection is 



Journal of Medicine and Life Vol. 5, Issue 3, July-September 2012 



important for two reasons: can be reversed by treatment 
and, in the same time it represents the marker of other 
diabetic microvascular complications. In a study 

by Rosenbloom et al. [8] the prevalence of proteinuria and 

retinopathy was of 11% in diabetic patients without 

diabetic cheiroarthropathy versus 50% in diabetic patients 
with diabetic cheiroarthropathy. As therapeutic measures, 
we include glycaemic control, non-steroidal 
antinflammatory drugs and physiotherapy. Surgery will 
reduce pressure on trapped nerves and improve 
sensation and discomfort, although some residual 
problems may remain. 

Dupuytren contracture (DC) is characterized by 
the thickening and shorting of the palmar fascia, causing 
a contracture in flexion of the affected finger. In non- 
diabetic patients, the most affected fingers are the fourth 
and the fifth, but in individuals with DM, DC mainly affects 
third and fourth fingers and the hand involvement is 
frequently bilateral [9]. The prevalence of DC in diabetes 
ranges between 20% and 63%, higher than among 
subjects without diabetes, 13% [4,10]. DC is associated 
with diabetes duration, long-term poor metabolic control 
and presence of microvascular complications [11]. 
Diabetic cheiroarthropathy and Dupuytren contracture 
may coexist in the same patient [4]. Treatment of DC 
includes a good glycemic control, physiotherapy, topical 
steroid injection, and for the refractory cases surgery. 
Generalized hand stiffness has been observed after the 
surgical intervention [12]. 

Trigger finger (stenosing flexor tenosynovitis) 
is caused by the inflammation and subsequent narrowing 
of the A1 pulley, which causes finger blocking in flexion 
with the active extension failure. The middle and index 
fingers are the most commonly involved. The classic 
presentation of popping and locking of a trigger finger is 
usually sufficient for the diagnosis. There is no role for 
imaging in diagnosis, with X-rays considered unnecessary 
in patients without a history of inflammatory disease or 
trauma [13]. The prevalence of trigger finger ranges 
between 5% and 36% among patients with type 1 and 2 
DM as compared with 2% in the general population [14]. 
The incidence of these disorders in diabetic subjects is 
associated with actual duration of the disease, not with 
glycemic control [15]. Trigger finger treatment consists in 
the modification of the activities to avoid the triggering of 
the digits, nonsteroidal anti-inflammatory drugs, splinting, 
corticosteroid injection into the tendon sheath and surgical 
release [16]. 

Adhesive capsulitis (frozen shoulder) is a 

condition characterized by an insidious and progressive 
loss of active and passive mobility of glenohumeral joint, 
presumably due to the capsular contraction [17]. The 
estimated prevalence of this condition is of 11-30% in 
diabetic patients, which is considerably greater than in 
non-diabetics [4]. Diabetes of long duration treated with 
insulin was associated with a larger percentage of 



shoulder calcification [18]. The diagnosis of adhesive 
capsulitis is often one of exclusion. Early in the disease 
process, adhesive capsulitis may clinically appear similar 
to other shoulder conditions such as major trauma, rotator 
cuff tear, rotator cuff contusion, labral tear, bone 
contusion, subacromial bursitis, cervical or peripheral 
neuropathy, previous surgical procedure. If a history of 
these other conditions is negative and if radiographs do 
not demonstrate osteoarthritis, then it could be adhesive 
capsulitis [19]. The treatment includes physical therapy, 
AINS, corticosteroid injection into the glenohumeral joint 
and subacromial bursa [20] and kinetotherapy. 

II. Osteoporosis can occur in the diabetic patient as a 
direct consequence of the disease, but it can be also a 
treatment manifestation. The results of Nord Torndelag in 
Norway showed significant increase of hip fracture among 
women with type I DM compared with non-diabetic 
women, (relative risk=6.9, Cl=2.2-21.6) [21]. Regarding 
type II diabetes, this association is not yet very well 
established. It was demonstrated that oral antidiabetic 
agents, the thiazolidinediones cause a bone mass 
decrease and a risk fracture increase [22]. 

III. Diffuse idiopathic skeletal hyperostosis (DISH) 
(Forestier 1 Disease) is associated with ligamentous 
ossification of the anterolateral aspect of the spinal 
column, sometimes leading to bony ankylosis. It was 
demonstrated that DISH is associated with diabetes 
mellitus particularly with non-insulin dependent diabetes. 
Several other metabolic disturbances and concomitant 
diseases have been suggested to be associated with 
DISH including obesity, increased waist circumference, 
hypertension, dyslipidemia, hyperuricaemia, metabolic 
syndrome [23-26]. Insulin has been proposed as a factor 
that promotes growth in DISH. In one study, patients with 
DISH and those with osteoarthritis had elevated levels of 
insulin and growth hormone, however, the level of IGF-1 
was higher in patients with DISH than in those with 
osteoarthritis [27]. DISH is often an asymptomatic 
condition, but numerous clinical symptoms have been 
described including pain, stiffness, limited range of spinal 
motion and an increased susceptibility to unstable spinal 
fractures after trivial trauma. Cervical and lumbar 
segments of the spine are also frequently affected by 
DISH, and clinical manifestations include dysphagia and 
airway obstruction at cervical levels and radiculopathy. 
The diagnosis of DISH is based on radiologic features. 
Radiographic criteria for the diagnosis proposed by 
Resnick and Niwayama require the involvement of at least 
four contiguous thoracic vertebral segments, preservation 
of intervertebral disc spaces and the absence of 
apophyseal joint degeneration or sacroiliac inflammatory 
changes [28]. In 1985, Utsinger proposed a revised 
diagnostic criterion that incorporated the involvement of 
peripheral entheses. He suggested that symmetric 
peripheral enthesopathy and continuous ossification along 
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with the anterolateral aspect of the 2 or more contiguous 
vertebral bodies support a probable diagnosis of DISH 
[29]. Treatment is generally symptomatic including 
analgesics, NSAIDs, local applications and physiotherapy. 
Control of associated metabolic disorders, may reduce 
the morbidities associated with these disorders, may 
retard future cardiovascular disease and possibly slow 
down the progression of soft tissue ossification. 
Therapeutic interventions should also aim at a reduction 
of insulin secretion and insulin resistance. 

IV. Neuropathies 

1. Neuropathic arthritis (Charcot joints, diabetic 
osteoarthropathy) is a condition characterized in its early 
stages by acute inflammation that leads to bone and joint 
fractures, dislocation, instability and gross deformities 
[30]. In patients with diabetes, Charcot osteoarthropathy 
is associated with a longstanding duration of diabetes and 
peripheral neuropathy. The prevalence estimated among 
diabetic patients varies from 0.08 to 13% [31]. 
Stage 0 (inflammation), is characterized by erythema, 
edema and heat but there are no structural changes 
visible on plain X-Ray [32]. 

Stage 1 (development) is characterized by bone 
resorption, bone fragmentation, and joint dislocation. The 
swelling, warmth, and redness persist, but there are also 
radiographic changes such as evidence of debris 
formation at the articular margins, osseous fragmentation, 
and joint disruption. 

Stage 2 (coalescence) involves bony consolidation, 
osteosclerosis, and fusion after bony destruction. 
Absorption of small bone fragments, fusion of joints, and 
sclerosis of the bone are noticeable. 
Stage 3 - reconstruction of the damaged joints and 
bone Healing and new bone occur. Decrease sclerosis 
and bony remodeling signify that the deformity 
(subluxation, incongruity and dislocation) is permanent 
[33]. 

The diagnosis is based on clinical features, 
laboratory tests and imaging studies. Clinical features 
include erythema, warmth, foot deformity, a medical 
history of long-standing diabetes. Radiographic aspects 
are important in diagnosing Charcot neuroarthropathy, 
although they are not present in patients with stage 0 
disease. For this stage, magnetic resonance imaging, 
scintigraphy, white blood cells count are used, but MRI 
offers the highest diagnostic accuracy [34]. The aspects of 
MRI include ligamentous disruption, joint deformity, center 
of signal enhancement within joints and subchondral bone 
[35]. The goal of the treatment for acute or quiescent 
Charcot neuroarthropathy should be to maintain or 
achieve structural stability of the foot and ankle, to 
prevent skin ulceration, and to preserve the plantigrade 
shape of the foot so that prescription footwear can be 
used. Bisphosphonates can significantly reduce the levels 
of the bone turnover, temperature and pain, but the 
clinical benefit such as an earlier return to ambulation or 



radiographic improvement is weak at best. Surgery is 
reserved for severe ankle and midfoot deformities that are 
susceptible to skin ulceration and that make braces and 
orthotic devices difficult to use [36]. 

2. Carpal tunnel syndrome (CTS) is a painful disorder 
caused by the compression of the median nerve between 
the carpal ligament and other structures within the carpal 
tunnel. It has been reported in up to 20 percent of diabetic 
patients, but the incidence rises to 75 percent in those 
with limited joint mobility [37]. CTS may be more common 
in those with prediabetes [38]. The clinical features 
include irritative symptoms, such as nocturnal 
paresthesias, spontaneous pain, characterized by 
proximal irradiation, the "shaking sign" (disappearance of 
the symptoms after vigorous flapping of the hands), the 
Tinnel sign, triggered by the percussion of the carpal 
tunnel, the patient reports pain resembling an electric 
sensation along the cours of the median nerve and, the 
Phalen test - the patient has to hold the hands against 
each other in full palmar flexion, paresthesias beginning 
between 30 to 120 s in this position. One essential 
parameter of the motor or sensory deficit is a pathological 
change in motor or sensory conduction velocity evaluated 
with the aid of electromyography. The treatment of CTS 
consists in conservative measures or surgical procedures. 
The conservative therapy includes splinting, steroids, 
activity modification, non-steroidal anti-inflammatory 
drugs, vitamin B6 and others. Of the conservative 
approaches, only splinting [39] and steroids are supported 
by high quality evidence [40]. Surgical release of the 
carpal tunnel is typically used in patients who fail to 
achieve an adequate relief with conservative 
managements and for those with moderate to severe 
symptoms [41]. However, in diabetic patient the 
recuperation after the surgical intervention is slower and 
less important [42]. 

3. Diabetic amyotrophy is a condition occurring in type I 
and II DM, in which patients develop severe aching or 
burning and lancinating pain in the hip and thigh, followed 
by a weakness and wasting of the thigh muscle and 
significant weight loss. It is associated with poor glycemic 
control [43]. The results of the electrodiagnostic studies, 
which are often met, are consistent with the presence of a 
neurogenic lesion that involves lumbosacral roots, plexus 
and peripheral nerves [44]. This condition is most likely 
caused by inflammatory, immune-mediated vascular 
radiculoplexopathy [45,46]. The diagnosis is based on a 
clinical presentation, the presence of diabetes and neural 
studies. Good functional recovery is expected within 2-3 
years. Occasional relapses can occur. Medical therapy 
includes immunosuppressive agents, such as 
cyclophosphamide and methylprednisolone. Kifoyle et al. 
studied the therapy with pulsed methylprednisolone and 
noted a significant improvement in pain and weakness in 
the majority of the patients [47]. A Cochrane review 
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concluded that no evidence from randomized trials 
supports any recommendation on the use of 
immunotherapy treatment in lumbosacral plexopathy [48]. 
The treatment also consists in a good glycemic control, 
physical therapy and occupational therapy. 

4. Reflex sympathetic dystrophy is a component of 
complex regional pain syndrome (CRPS), a neuropathic 
pain disorder with significant autonomic features. CRPS is 
divided into CRPS-I (reflex sympathetic dystrophy) and 
CRPS II (causalgia) reflecting, respectively, the absence 
or the presence of documented nerve injury. CPRS I 
typically develops after a minor tissue trauma or bone 
fracture and is associated with a predisposing condition 
[49]. Diabetes mellitus and other endocrine 
(hyperthyroidism, hyperparathyroidism) and metabolic 
disease (IV hyperlipidemia) are predisposing conditions 
[50]. It has classic neuropathic pain characteristics 
(intense burn pain, hyperalgesia, allodynia), it is 



associated with local edema and changes suggestive of 
autonomic involvement (altered sweating, skin color and 
skin temperature in the affected region). The International 
Association for Study of Pain (IASP) [51] listed the 
diagnostic criteria for CRPS I. These criteria were 
improved by Bruehl [52] and Veldman [53] (Table 1). 
While IASP criteria are non-specified, possibly not as 
reproducible as Bruehl' s or Veldman' s criteria, they are 
cited more widely in the literature, including treatment 
trials [54]. The treatment includes medical therapy, 
invasive procedures and paramedical therapy. The 
medical therapy consists in analgesics, corticosteroids, 
oral muscle relaxants, bisphosphonates, and calcium- 
channel blockers. Invasive treatment consists in 
intravenous sympathetic blockade percutaneous 
sympathetic blockade, surgical sympathectomy, spinal 
cord stimulation, amputation. Paramedical interventions 
include physiotherapy, occupational therapy, and 
psychological treatment [55]. 



Table 1 Diagnostic criteria for CRPS I (Bruehl and Veldman) 



IASP 1994 consensus criteria [51] 


Bruehl's criteria [52] 


Veldman's criteria [53] 


Criteria 2, 3 and 4 are necessary for a 
diagnosis of CRPS type 1 . 

1 . Type 1 is a syndrome that develops after 
an initiating noxious event. 

2. Spontaneous occurrence of pain in the 
absence of an external stimulus, allodynia 
(pain due to a mechanical or thermal 
stimulus that normally does not provoke 
pain), or hyperalgesia (exaggerated 
response to a stimulus that is normally 
painful) that is not limited to the territory of 
a single peripheral nerve, and is 
disproportionate to the inciting event. 

3. There is or has been evidence of edema, 
skin blood flow abnormality, or abnormal 
sudomotor (sweating) activity in the region 
of the pain since the inciting event. 

4. This diagnosis is excluded by the 
existence of conditions that would 
otherwise account for the degree of pain 
and dysfunction. 


Continuing pain disproportionate to any 
inciting event. 

1 . Patient must report at least 1 symptom 
in each of the 4 following categories 

a) sensory: reports of hyperesthesia 

b) vasomotor: reports of temperature 
asymmetry or skin color changes or 
skin color asymmetry 

c) sudomotor/edema: reports of 
edema or sweating changes or 
sweating asymmetry 

d) motor/trophic: reports of decreased 
range of motion or motor dysfunction 
(weakness, tremor, dystonia) or 
trophic changes (hair, nail, skin) 

2. Must display at least 1 sign in 2 or 
more of the following categories 

e) sensory: evidence of hyperalgesia 
(to pinprick) or allodynia (to light 
touch) 

f) vasomotor: evidence of temperature 
asymmetry or skin color changes or 
asymmetry 

g) sudomotor/edema: evidence of 
edema or sweating changes or 
sweating asymmetry 

h) motor/trophic: evidence of 
decreased range of motion or motor 
dysfunction (weakness, tremor, 
dystomia) or trophic changes (hair, 
nail, skin) 


1 . Presence of 4 out of 5 symptoms: 

a) Diffuse pain during exercise 

b) Temperature differences between 
affected and unaffected extremity 

c) Color differences between 
affected and unaffected extremity 

d) Volume differences between 
affected and unaffected extremity 

e) Limitations in active range of 
movement of the affected extremity 

2. Occurrence or increase of symptoms 
during or after use 

3. Symptoms in an area larger than the 
area of the primary injury 
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V. Diabetic muscle infarction (DMI) is an uncommon 
complication of diabetes that was first described by 
Angervall [56]. Since then, more than 100 cases have 
been reported. More than 50% of the reported cases had 
type I DM with a mean duration of 15 years [57,58]. 
Usually, DMI has an acute onset characterized by muscle 
pain and swelling. Thigh muscles are most frequently 
involved, however, calf muscle, simultaneous thigh and 
calf muscle and upper extremity muscle involvement have 
also been described. The diagnosis consists in the 
presence of long standing diabetes, clinical aspects and 
imaging tests. MRI is the diagnostic test of choice. MRI 
gives a typical picture on T2-weighted images, with 
marked muscle oedema extending into the perifascicular 
and subcutaneous tissues [59]. Muscle biopsy should be 
reserved for patients with atypical clinical presentation, 

References 



those in whom the diagnosis is uncertain and those who 
do not improve with antiplatelet or anti-inflammatory drug 
therapy [60]. Differential diagnosis is made with myositis, 
venous thrombosis, tumor and diabetic amyotrophy, 
adverse effect of simvastatin, ruptured Baker's Cyst. The 
recommended management of this condition is 
symptomatic, with pain relief and short-term 
immobilization as necessary. This condition tends to 
resolve over a period of weeks to a month in most cases. 
Optimizing diabetic control is of paramount importance 
[61]. Medical therapy with antiplatelet or anti-inflammatory 
drugs is recommended for DMI, but no randomized 
controlled trial has been performed because of the 
infrequent occurrence of this condition [58].This condition 
recurs in about half of those affected [57]. 



1. Wild S, Roglic G, Green A, Sicree 
R, King H. Global prevalence of 
diabetes: estimates for the year 2000 
and projections for 2030. Diabetes 
Care.2004;27:1047-1053. 

2. Merkel PA. Less Common 
Endocrinopathies B. Rheumatic 
diseases and Endocrinopathies in 
Klippel J. H. Primer in the Rheumatic 
Diseases, 2008, New York, Springer, 
479-483. 

3. Papanas N, Maltezos E. The 

diabetic hand: a forgotten 
complication?. J Diabetes 
Complications.2010;24(3):154-162. 

4. Smith LL, Burnet SP, McNeil JD. 
Musculoskeletal manifestations of 
diabetes mellitus. British Journal of 
Sports Medicine.2003;37:30-35. 

5. Pal B, Anderson J, Dick WC, 
Griffits ID. Limitation of joint mobility 
and shoulder capsulitis in insulin- 
and non-insulin-dependent diabetes 
mellitus. Br J. 
Rheumatol.1986;25(2):147-151. 

6. Ismail A A, Dasgupta B, Tanqueray 
AB, Hamblin JJ. Ultrasonographic 
features of diabetic 
cheiroarthropathy. Br J 
Rheumatol. 1996;35:676-679. 

7. Khanna G, Ferguson P. MRI of 
diabetic cheiroarthropathy. AJR Am J 
Roentgenol.2007;188(1):94-95. 

8. Rosenbloom AL, Silverstein JH, 
Lezotte DC, Richardson K, 
McCallum M. Limited joint mobility in 
childhood diabetes mellitus indicates 
increased risk for microvascular 
disease. N Engl J 
Med.1981;305:191-194. 



256 



9. Childs SG. Dupuytren's disease. 
Orthopaedic nursing.2005;24:160- 
164. 

10. Crispin JC, Alcocer-Varela J. 

Rheumatologic manifestations of 
diabetes mellitus, American Journal 
ofMedicine.2003;114:753-757. 

11. Arkkila PE, Gautier JF. 
Musculoskeletal disorders in 
diabetes mellitus: An update. Best 
Practice and Research Clinical 
Rheumatology.2003;1 7:945-970. 

12. Fournier K, Papanas N, Compson 
JP, Maltezos E. A diabetic patient 
presenting with stiff hand following 
fasciectomy for Dupuytren's 
Contracture. A case report. Cases 
J.2008;1(1):277. 

13. Katzman BM, Steinberg DR, 
Bozentka DJ. Utility of obtaining 
radiographs in patients with trigger 
finger. Am J Orthop.1999;28:703- 
705. 

14. Cagliero E, Apruzzese W, 
Perlmutter GS, Nathan DM. 

Skeletal disorders of the hand and 
shoulder in patients with diabetes 
mellitus. Am J Med.2002;112(6):487- 
490. 

15. Chammas M, Bousquet P, Renard 
E, Poirier J, Jaffiol C, Allieu Y. 

Dupuytren's disease, carpal tunnel 
syndrome, trigger finger, and 
diabetes mellitus. J Hand Surg 
Am.1995;20:109-114. 

16. Ryzewicz M, Wolf JM. Trigger digits: 
principle management, and 
complications. J Hand Surg 
Am.2006;31(1):135-146. 

17. Owens H. Frozen shoulder. In: 
Donatelli R, Orthopedic physical 



therapy, 1996, New York, Churchill 
Livingston, 257-277. 

18. Mavrikakis ME, Drimis S, 
Kontoyannis DA, Rasidakis A, 
Moulopoulou ES, Kontoyannis S. 
Calcific shoulder periarthritis 
(tendinitis) in adult onset diabetes 
mellitus: a controlled study. Ann 
Rheum Dis.1989;48:211-214. 

19. Manske RC, Prohaska D. 
Diagnosis and management of 
adhesive capsulitis. Curr Rev 
Musculoskelet Med. 2008; 1(3- 
4): 180-1 89. 

20. Dacre JE, Beeney N, Scott DL. 
Injections and physiotherapy for stiff 
shoulder. Ann Rheum 
Dis. 1989;48:322-325. 

21. Forsen L, Meyer HE, Midthjell K, 
Edna TH. Diabetes mellitus and the 
incidence of hip fracture: results from 
the Nord-Trondelag Health Survey. 
Diabetologia. 1 999;42(8):920-925. 

22. Lecka-Czernik B. Bone loss in 
diabetes: use of antidiabetic 
thiazolidinediones and secondary 
osteoporosis. Curr Osteoporos 
Rep.2010;8(4):178-18. 

23. Daragon A, Mejjad O, Czernichow 
P, Loouvel J, Vittecoq O, Durr A, 
Le Loet X, Vertebral hyperostosis 
and diabetes mellitus: A case-control 
study. Ann Rheum Dis.1995;54:375- 
3788. 

24. Vezyroglou G, Mitropoulos A, 
Antoniadis C. A metabolic 
syndrome in diffuse idiopathic 
skeletal hyperostosis: A controlled 
study. J Rheumatol. 1996;23:672- 
676. 



Journal of Medicine and Life Vol. 5, Issue 3, July-September 2012 



25. Kiss C, Szilagyi M, Paksy A, Poor 

G. Risk factors for diffuse idiopathic 
skeletal hyperostosis: a case control 
study. Rheumatology 
Oxford.2002;41:27-30. 

26. Sarzi-Puttini P, Atzeni F. New 
developments in our understanding 
of DISH (diffuse idiopathic skeletal 
hyperostosis). Curr Opin 
Rheumatol.2004;16:287-292. 

27. Denko CW, Boja B, Moskowitz RW. 
Growth promoting peptides in 
osteoarthritis and diffuse idiopathic 
skeletal hyperostosis-insulin, insulin 
growth factor-l, growth hormone. J 
Rheumatol.1994;21(9):1725-1730. 

28. Resnick D, Niwayama G. 
Diagnosis of bone and joint 
disorders, 1988, Philadelphia, WB 
Saunders, 1563-1615. 

29. Utsinger PD. Diffuse idiopathic 
skeletal hyperostosis. Clin Rheum 
Dis.1985;11:325-351. 

30. Nielson DL, Armstrong DG. The 
natural history of Charcot's 
neuroarthropathy. Clin Podiatr Med 
Surg.2008;25:53-62. 

31. Frykberg RG, Belczyk R. 
Epidemiology of the Charcot foot. 
Clin Podiatr Med Surg. 2008;25:17- 
28. 

32. Yu GV, Hudson JR. Evaluation and 
treatment of stage 0 Charcot's 
neuroarthropathy of the foot and 
ankle. J M Podiatr Med 
Assoc.2002;92:210-220. 

33. Wukich DK, Sung W. Charcot 
arthropathy of the foot and ankle: 
modern concepts and management 
review. J Diabetes 
Complications.2009;23:409^26. 

34. Tan PL, Teh J. MRI of the diabetic 
foot: differentiation of infection from 
neuropathic change. Br J 
Radiol.2007;80:939-948. 

35. Ledermann HP, Morrison WB. 
Differential diagnosis of pedal 
osteomyelitis and diabetic 
neuroarthropathy: MR 
Imaging. Semin Musculoskelet 
Radiol.2005;9:272-283. 

36. Botek G, Anderson MA, Taylor R. 
Charcot neuroarthropathy: An often 
overlooked complication of diabetes. 
Cleve Clin J Med.2010;77(9):593- 
599. 

37. Gamstedt A, Holm-Glad J, Ohlson 
CG, Sundstrom M. Hand 
abnormalities are strongly associated 
with the duration of diabetes mellitus. 
J Intern Med.1993;234:189. 

38. Gulliford MC, Latinovic R, 
Charlton J, Hughes RA. Increased 



incidence of carpal tunnel syndrome 
up to 10 years before diagnosis of 
diabetes. Diabetes 
Care.2006;29:1929. 

39. Verdugo RJ, Salinas RA, Castillo 
J, Cea JG. Surgical versus non- 
surgical treatment for carpal tunnel 
syndrome. Cochrane Database Syst 
Rev. 2008; doi: 
10.1002/14651858.CD001552.pub2. 

40. Marshall S, Tardif G, Ash worth N. 
Local corticosteroid injection for 
carpal tunnel syndrome. Cochrane 
Database Syst Rev. 2007; doi: 
10.1002/14651858.CD001554.pub2. 

41. Bland JD. Carpal tunnel 
syndrome. BMJ. 2007;335(7615):343 
-346. 

42. Ozkul Y, Sabuncu T, Kocabey Y, 
Nazligul Y. Outcomes of carpal 
tunnel release in diabetic and non- 
diabetic patients. Acta Neurol 
Scand.2002;106:168-172. 

43. Russell JW, Berent-Spillson A, 
Vincent AM, Freimann CL, Sullivan 
KA, Feldman EL. Oxidative injury 
and neuropathy in diabetes and 
impaired glucose 
tolerance. Neurobiol 
Dis.2008;30(3):420-4299. 

44. Tracy JA, Dyck PJ. The spectrum of 
diabetic neuropathies. Phys Med 
Rehabil Clin N Am.2008;19(1):1-26. 

45. Dyck PJ, Norell JE, Dyck PJ. 
Microvasculitis and ischemia in 
diabetic lumbosacral radiculoplexus 
neuropathy. Neurology.1999;53(9):21 
13-21. 

46. Kawamura N, Dyck PJ, 
Schmeichel AM, Engelstad JK, 
Low PA, Dyck PJ. Inflammatory 
mediators in diabetic and non- 
diabetic lumbosacral radiculoplexus 
neuropathy. Acta 
Neuropathol.2008;115(2):231-9. 

47. Kilfoyle D, Kelkar P, Parry GJ. 
Pulsed mefhylprednisolone is a safe 
and effective treatment for diabetic 
amyotrophy. J Clin Neuromusc 
Dis.2003;4: 168-1 70. 

48. Chan YC, Lo YL, Chan ES. 
Immunotherapy for diabetic 
amyotrophy. Cochrane Database 
Syst Rev. 2009; doi: 
10.1002/14651858.CD006521.pub2. 

49. Bruehl S, Chung OY. Complex 
regional pain syndrome. 
Encyclopedia of the Neurological 
Sciences. Edited by Amnoff MJ, 
Daroff RB. 2003, San Diego, 
Academic Press, 749-54. 

50. Marshall AT, Crisp AJ. Reflex 
sympathetic dystrophy. 



Rheumatology (Oxford). 
2000;39(7):692-5. 

51. Merskey H, Bogduk N. 

Classification of Chronic Pain: 
Descriptions of Chronic Pain 
Syndromes and Definitions of Pain 
Terms. 1994, Seattle, Wash: IASP 
Press. 

52. Bruehl S, Harden RN, Galer BS, 
Saltz S, Bertram M, Backonja 
M, Gayles R, Rudin N, Bhugra 
MK, Stanton-Hicks M. External 
validation of IASP diagnostic criteria 
for Complex Regional Pain 
Syndrome and proposed research 
diagnostic criteria. International 
Association for the Study of 
Pain. Pain.1999;81:147-154. 

53. Veldman PHJM, Reynen HM, Arntz 
IE, Goris RJA. Signs and symptoms 
of reflex sympathetic dystrophy: 
prospective study of 829 patients. 
Lancet.1993;342:1012-6. 

54. Quisel A, Gill JM, Witherell P. 
Complex regional pain syndrome 
underdiagnosed. J Fam 
Pract.2005;54(6):524-532. 

55. Zollinger PE, Perez RS, Dijkstra 
PU, Thomassen-Hilgersom 

IL, Zuurmond WW, Rosenbrand 
KC, Geertzen JH. CRPS I task 
force. Evidence based guidelines for 
complex regional pain syndrome 
type 1. BMC Neurol.2010;31:10:20. 

56. Angervall L, Stener B. Tumoriform 
focal muscular degeneration in two 
diabeticpatients. 
Diabetologia.1965;1:39-42. 

57. Trujillo-Santos AJ. Diabetic muscle 
infarction: an underdiagnosed 
complication of long-standing 
diabetes. Diabetes 
Care.2003;26:211-215. 

58. Kapur S, Mckendry RJ. Treatment 
and outcomes of diabetic muscle 
infarction. J Clin 
Rheumatol.2005;11(1):8-12. 

59. Kattapuram TM, Suri R, Rosol 
MS, Rosenberg AE, Kattapuram 
SV. Idiopathic and diabetic skeletal 
muscle necrosis: evaluation by 
magnetic resonance 
imaging. Skeletal 
Radiol.2005;34:203-209. 

60. Chester CS, Banker BQ. Focal 
infarction of muscle in diabetics. 
Diabetes Care.1986;623-630. 

61. MathewA, ReddylS, Archibald C. 
Diabetic muscle infarction. Emerg 
Med J.2007 Jul;24(7):513-514. 



257 



